Symmetrical Paralysis of Shoulder-girdle Muscles and Extensors of Wrists and Fingers, ? due to Lead.-W. RUSSELL BRAIN, M.D. Barman, aged 39. History.-August 1933: Onset of progressive bilateral weakness of upper limbs, associated for the first few days with cramp-like pains. No other symptoms. No known exposure to lead, except that lead pipes are used for the beer on some occasions in the public house.
Since admission to hospital on December 1, there has been considerable improvement in the shoulder-girdle muscles.
Five years ago attacks of abdominal pain lasting a week on two occasions. Present condition.-Slight bilateral weakness of facial movements, both upper and lower; vocal cords move normally.
Trapezii and sternomastoids normal. Wasting and weakness of all muscles of upper limbs, except flexors of fingers. Affected muscles, in order of severity; deltoids, extensors of wrists and fingers, biceps, triceps, latissimus dorsi, pectoralis, small muscles of hands. Fibrillation not noted.
Tendon reflexes in upper limbs present, but sluggish; supinator-jerks brisker than biceps and triceps jerks.
Electrical reactions: extensors of wrist right and left-no response to faradism, but response to galvanism at 10 m.a. All other muscles of shoulder, arm and hand respond to faradism.
No sensory loss. Rest of nervous system normal. Blue line seen at gum margin, but the dental surgeon reports that this is due to tartar.
Blood-pressure 108/65. Heart The PRESIDENT said that some cases of lead palsy went on to amyotrophic lateral sclerosis, which, he thought, was not excluded in the present case, despite the fact that, for the time being, the patient seemed to be a little better. He had himself published similar cases: he had seen some which commenced as typical extensor palsy, with lead as the setiological factor: and, in the fulness of time, they developed amyotrophic lateral sclerosis of the usual kind. In the present case there was no increase of reflexes: and if it was going to be of this clinical variety it was at present at too early a stage for decision. protein 0 03%. Lange curve normal.
Myelitis with
Di8cu88ion.-Dr. MCALPINE: The clinical picture in this case can be divided into two phases. The first began in the middle of J-anuviry 1938 with catarrhal symptoms followed by pains in the trunk and a rapidly developing myelitis at the level of D. 4. Subsequently there was a slow and incomplete recovery. The points which suggested acute disseminated myelitis rather than disseminated sclerosis were (1) the pain at the commencement, (2) the condition of the reflexes in the lower limbs-namely loss of knee-jerks with brisk ankle-jerks and extensor plantar responses. A finding which is difficult to explain was the complete retention of postural sense in the toes while at the same time vibration sense and recognition of figures drawn on the skin were completely lost below D.4. I have never previously seen this posterior column dissociation in acute myelitis.
The second phase of the disease began in July, a month after the patient's discharge from hospital, with rapid failure of vision and signs of a fresh myelitis at the level of D.3. Of interest was a bilateral loss of thermal and pin-prick sensation between C.6 and D.1 on both sides. Other forms of sensation were normal for a few days; subsequently postural loss, etc., become profound with loss of power.
It is obvious that the lesion in the cervical region began in the centre of the cord and spread outwards and upwards. Other points are (1) persistent loss of postural sense in the hands and feet six months after the second relapse;
(2) sparing of the lower sacral segments on the left side; (3) complete permanent blindness, both eyes. I think these points rule out disseminated sclerosis. Is this a case of so-called neuromyelitis optica? There is nothing in the clinical picture which does not fit in with the diagnosis of this disease; in particular the cervical cord is often affected by a central area of necrosis. Blindness is said to be very rare.
A review of the literature, however, during the past ten years shows an unusual number of cases of bilateral retrobulbar neuritis with or without signs of myelitis. In most of these cases a mild papilloedema was present, and in the majority sight was restored partially or wholly. Most of the authors writing on this subject have classified these cases not as examples of neuromyelitis optica, but as forms of acute disseminated encephalomyelitis. This disease seems to have taken the place of epidemic encephalitis. Relapses are comparatively rare, but do occur, and I believe that the present case is an example of this disease in which the virus has remained active.
Dr. MACDONALD CRITCHLEY said he believed that in neurology there were two mythical maladies, and that one of them was neuro-optical myelitis. He thought the present case would be relegated to the category of disseminated encephalomyelitis, as Dr. McAlpine suggested.
The PRESIDENT asked whether any encephalitis was present. [" No, unless an affection of optic nerves."] He had asked the exhibitor whether he had observed hemianopic loss when the symptoms occurred. That would have been interesting, because the virus or agent, which could be called "x," passed up in funicular fashion. Some called the disease funicular myelopathy, an obscure set of words. The point was its funicular character, as if there were partitions in the cord, of which nothing was yet known. Why should a noxa go up the whole funiculus of motor cells and never spread beyond, leaving the lateral horn untouched, as well as the posterior ? In the cases of the kind which he had seen there was very little spread to the chiasma, and there was a transient hemianopic defect before optic atrophy set in.
Spino-cerebellar Ataxy with Amyotrophy.-W. .G. WYLLIE, M.D. Alice M., aged 67, was normal up to the age of 49, when she commenced to have trembling of the hands, followed by weakness and dragging of the legs, hesitancy of speech, giddiness and wasting of the muscles of the hands and feet. The progression of the symptoms has been very gradual, and latterly there has been little change.
Family history.-Father died aged 88; had had shaky arms for many years, gradually becoming paralysed and bedridden, unable to raise his arms. Siblings: one brother and one sister, both dead; neither had any nervous complaint. Patient has two daughters, aged 39 and 38, both healthy; eldest has a healthy child aged 3 years.
Present state.-Unsteady ataxic, steppage gait, often falls. Marked intention tremor of hands. Trembling movements of lower jaw, most noticeable on speaking.
